SUMMARY In 40 women with idiopathic (neurogenic) faecal incontinence, 20 of whom also had stress urinary incontinence, single fibre EMG studies showed an increased fibre density in the external anal sphincter muscle. All these patients showed excessive descent of the pelvic floor on straining. The mean terminal motor latencies in the pudendal and perineal nerves, measured by a digitally-directed intrarectal stimulating technique, were increased when compared with 20 control subjects (p < 0.01). The perineal nerve terminal motor latency was more markedly increased in the 20 patients with double incontinence than in those with faecal incontinence alone (p < 0.01). These results provide direct electrophysiological evidence of damage to the innervation of the pelvic floor musculature in idiopathic faecal and double incontinence, and imply that idiopathic stress urinary incontinence may have a similar cause.
Histological and electrophysiological studies have revealed denervation of the pelvic floor musculature in 75% of patients with idiopathic (neurogenic) faecal incontinence.'-3 Kiff and Swash have provided direct evidence of damage to the innervation of the perianal musculature, consisting of an increase in the terminal motor latency in the pudendal nerves measured by recording the compound muscle action potential in the external anal sphincter muscle after stimulating the pudendal nerves at the level of the ischial spines.4 In addition to supplying the external anal sphincter muscle, the pudendal nerves via their perineal branches also innervate the periurethral striated sphincter musculature.5 About 12% of our patients with neurogenic faecal incontinence also suffer from urinary incontinence of stress type. ' These observations have therefore suggested to us that denervation of the periurethral striated musculature may be a factor in some patients with urinary incontinence, perhaps particularly in women in whom urinary incontinence of gradual onset in middle life is associated with perineal descent, and in those who have experienced a difficult labour. This suggestion is consistent with the clinical finding Patients with sphincter damage due to anorectal surgery, direct obstetric trauma, or other injury were excluded. None of these patients suffered from diabetes mellitus or neurological disease. Twenty additional women, aged 20-60 years (mean 34 years + 10 (SD)) attending for follow up after treatment of colonic polyps or minor anorectal conditions, all with a normal defaecatory pattern, were used as controls.
Patients with faecal incontinence Twelve of these 20 patients were incontinent of solid stool, the remaining eight being incontinent of liquid stool only. None were incontinent of urine. The average duration of faecal incontinence was 4-5 years (range 0-5-15 years). Seven patients gave histories of defaecation straining and constipation. The average duration of defaecation straining was 16-6 years (range 1-20 years). Seven patients had a complete rectal prolapse.
Fourteen patients were parous (mean parity 1-9, range 1-4). Nine patients reported a difficult obstetric history; two had large babies, two prolonged labour, two forceps deliveries, one breech delivery, one caesarian section for failure to progress and two patients had perineal tears not involving the external anal sphincter muscle. In the nine women who reported a difficult delivery the mean length of time from first delivery to the onset of faecal incontinence was 25*3 years (range 6-46 years). Two patients reported the onset of faecal incontinence immediately after their first deliveries. Neither of these patients had evidence of direct sphincter damage. Five patients had undergone hysterectomy, four via an abdominal procedure.
On examination perineal descent, to an abnormal degree,7 was present in 11 patients. Single-fibre EMG of the external anal sphincter muscle In the patients with faecal incontinence the mean fibre density in the external anal sphincter muscle was 2*1 ± 0-3 (SD); normal 1-5 ± 0-16 (SD).2 In the patients with double incontinence the mean fibre density in the external anal sphincter muscle was 2-0 + 0-3 (SD).
Digitally directed pudendal and perineal nerve terminal motor latencies The mean (right and left nerves) pudendal and perineal nerve terminal motor latencies in the patients with faecal incontinence were 2*6 ms ± 0-8 (SD) and 3-2 ms ± 0-6 (SD) respectively. In the control subjects the pudendal and perineal nerve (fig 1) . Both the pudendal (p < 0.01) and perineal (p < 0-01) nerve terminal motor latencies were significantly greater than the control values. The perineal nerve terminal motor latency was also increased (p < 0.01) in the patients with double incontinence when compared to the patients with faecal incontinence alone, but there was no significant difference in pudendal nerve terminal motor latencies in these two groups of patients.
The mean differences between the perineal and pudendal terminal nerve motor latencies in the patients with faecal and double incontinence were; 0-7 ms t 0-5 (SD) and 1*6 ms t 1-3 (SD) respectively. In the normal subjects the mean difference between the perineal and pudendal nerve terminal motor latencies was 0-5 ms t 0*2 (SD). If the difference between perineal and pudendal nerve terminal motor latencies is expressed as a percentage of the total perineal nerve terminal motor latency the values are; 20-8% t 11-8 (SD), 33.2% t 14-7 (SD) and 18-8% t 5-5 (SD) for the patients with faecal incontinence, double incontinence and normal subjects respectively.
Perineal descent
The mean distance of the perineal plane above the plane of the ischial tuberosities at rest in the women with faecal incontinence was 1.2 cm + 0-5 (SD) (range 0-25 to 2-25 cm) and in those with double incontinence was 1-0 cm ± 0-4 (SD) (range 0-5 to 
